Sudden death in patients with aortic stenosis has not yet received adequate explanation and the importance of left ventricular baroceptors in this has not, to the writer's knowledge, been suggested. Nor, indeed, does the existence of left ventricular baroceptors appear to have been acknowledged in cardiology.
e pressure in the left ventricle continues to influence the state of the peripheral vascular v bed by reflex pathways. Thus, the writer wishes to suggest that in this unique state of 8 affairs the peripheral systemic vasculature is t inappropriately affected by reflex activity arising from baroceptors situated within the left ventricular myocardium. Normally, left ventricular and aortic systolic pressures rise w and fall together and the importance of the carotid and aortic baroceptors in the regula-* tion of blood pressure is well recognized. In the presence of aortic stenosis, however, a V rise of left ventricular pressure is not accompanied by a corresponding rise of aortic pressure. Impulses arising from left ventricular . baroceptors may have the same effect as those arising from the carotid and aortic baroceptors and result in bradycardia, a common and Incidence and predictability From a review of the published papers over the previous century, Marvin and Sullivan (I935) found that the association between aortic stenosis and sudden death was not much commented upon until Cabot (I926), from a study of postmortem records, drew attention to the fact that in 6 of 28 cases of aortic stenosis 'death was notably sudden and unexpected'. Reynolds et al. (i960) , in a paper reporting sudden death in a child with aortic stenosis and minimal electrocardiographic changes and operation in a sib with the same, quoted from published work an incidence of between 4 and i8 per cent with an average of 7.5 per cent. The special reason for their paper was that they had earlier reported severe electrocardiographic abnormalities in all children dying suddenly with aortic stenosis and were anxious to correct the impression that minimal cardiographic abnormalities could be taken as a guarantee against sudden death. Glew et al. (I969) found from published material an incidence between 6 and I9 per cent of sudden death in children with aortic stenosis, but in their own paediatric experience an incidence of only i per cent. They stressed that in all the published series they had studied andin their own patients there had always been evidence of severe cardiac disease in one or Cyon and Ludwig (i866) discovered the depressor (aortic) nerve and believed that it arose from endings in the heart itself and that its sensory endings were responsive to changes of intracardiac pressure. Too strong a heart beat would produce reflex bradycardia and hypotension. In I867, Bezold and Hirt described reflex bradycardia and hypotension produced by the injection of veratrine; and it was shown many years later (Paintal, I955) that veratrine excited cardiac receptors which appeared to serve a function such as Cyon and Ludwig (i866) described. Cramer (I9I5) was the first to realize that systemic hypotension produced by veratrine was independent of bradycardia and was due to reflex peripheral vasodilatation. Daly and Verney (I926) produced the first direct evidence that pressoreceptors exist in the left heart. By raising the pressure in both the coronary arteries and the left ventricle in the innervated heart, while keeping the aortic pressure constant, they produced slowing of the heart. King (1939) , by in vivo injections of methylene blue in the rat, showed a variety of forms of cardiac nerve endings, one of which was commonly found in the ventricles and not in the aorta. He considered these to be stretch receptors.
Amann and Schaefer (I943) described the impulses which may be recorded from the cut central end of the right cardiac vagal branches. Bursts of impulses occurred synchronously with atrial and ventricular contractions and these authors concluded that the large spike potentials which they recorded arose from nerve endings in the atria and ventricles. Jarisch and Zotterman (1948) were able to distinguish differences between impulses arising from the atria and those from the ventricles. Large spiked potentials resulted from atrial stimulation, while ventricular stimulation produced small, slowly conducted spikes which, these workers considered were conducted by thin afferent fibres of the cardiac vagal branches. They pointed out the preponderance of thin fibres in these nerves and showed that electrical stimulation of the central ends of these branches, if effective at all, caused reflex bradycardia and hypotension. Neil and Zotterman (1950) , by showing that bradycardia and hypotension resulted only when electrical stimulation was powerful enough to excite the thin fibres of the cardiac vagal branches, indicated that these reflex effects were mediated through the thin fibres;
and from this it seems that the ventricle is the main or only cardiac source of impulses initiating this reflex. Whitteridge (1948) recorded impulse activity in few-fibre preparations of cardiac vagal afferents made by dissecting the cervical vagus. In addition to identifying fibres from the atria, he isolated fibres which showed a volley of impulses occurring at the very beginning of ventricular systole, and suggested that these fibres arose from ventricular nerve endings stimulated by the rise of tension in the ventricular wall during isometric contraction. Aviado et al. (195Ia, b) showed that a rise in pressure in the vascularly isolated left heart caused reflex bradycardia and dilatation of the leg vessels. A rise of pressure in the left atrium alone produced no such effect and it was concluded that the receptors responsible were situated in the left ventricle. Vagotomy abolished the reflex. Heymans and Neil (1958) 
Conclusions

